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Theneurol ogic sequelae of cocaine use are typically intracranial. Some of the documented cases include intracerebral hemorrhage, subarachnoid hemorrhage, cerebral vasculitis, and seizures. 1 We have found very few cases of cocaine abuse resulting in spinal cord infarction.
Mody et al. 2 reported the case of a 24-yr-old man who smoked crack cocaine for the first time and suddenly developed a sharp pain between his shoulders that radiated up his neck. Within an hour, his hands felt numb and weak. He developed C5 tetraplegia with preservation of position and vibration sense within hours. Magnetic resonance imaging (MRI) done 6 wks later was normal. Sawaya and Kaminski 3 reported the case of a 31-yr-old male who used intranasal cocaine chronically. He developed headache shortly after snorting two lines of cocaine. Shortly thereafter, he developed weakness in his upper extremities that progressed to tetraplegia and ventilator-dependent respiratory failure (VDRF) with preservation of position and vibration. Daras et al. 4 reported the cases of three patients with cocaine use (nonspecific drug delivery) developing sudden paraplegia and anesthesia below the midthoracic level with preservation of posterior column function. Di Lazzaro et al. 5 
CASE REPORT
Spinal Cord Injury who experienced cervical pain shortly after intranasal cocaine use; he later developed C2 level tetraplegia with VDRF. MRI revealed abnormal increase in signal from C2 to C7 on T2-weighted images, and follow-up MRI revealed abnormal intensities in the anterior horns of the gray matter. Di Lazzaro et al. 5 also reported the case of a 37-yr-old male with weakness in the arm and legs immediately after injection with cocaine, with arm recovery the next day. One year later, his examination revealed hyperreflexia, spastic gait, and upgoing toes. MRI revealed hyperintensity in the anterior horns of the gray matter at C4 and C5.
Although there are only a few reported cases of spinal cord infarction, all cases seem to present as an infarction of the anterior spinal artery distribution with effect in the white and gray matter in the cervical region.
CASE DESCRIPTION
A 27-yr-old woman without past medical history recreationally snorted cocaine. Several hours later, she noted chest tightness, then back and neck pain, and, later, bilateral upper-extremity weakness.
When EMS arrived, she had vomited twice and developed a headache. On arrival to a local emergency department, her review of systems was negative for changes in vision, hearing, speech, or swallowing. Urine drug screen was positive for cocaine and marijuana. Her physical examination displayed marked weakness in her upper limbs with absent deep-tendon reflexes, and strength and reflexes were intact in the lower limbs. Full neurologic work-up, including MRI/angiogram of the brain, echocardiogram, lumbar puncture with cultures, and rheumatologic, infectious, and hypercoaguable serologies were negative. Electromyography/nerve conduction studies (EMG/NCS) were performed on the same day and were within normal limits. No infectious, inflammatory, embolic, or thrombotic cause was found. On the day of presentation, MRI of the spine revealed suspicion of hyperintense signal intensity at the cervicothoracic junction. Two days later, MRI of the spine revealed anterior spinal cord infarction without findings of occlusion, arterovenous malformation, or dissection on angiogram, felt to be secondary to anterior spinal artery vasospasm. T2-weighted MRI showed hyperintensity in the anterior cervicothoracic spinal cord with abnormal signal from C3 to T1 (Fig. 1) .
On arrival to our acute rehabilitation unit, the patient had flaccid paresis of the upper limbs with preserved posterior column function, intact fine touch, and absent pin prick from C5 through L1. She also had a neurogenic bladder, which resolved, and very poor trunk stability. One month after injury, EMG/NCS was performed in the upper limbs. NCS revealed normal latencies and conduction velocities with diminished motor amplitudes. EMG revealed axonal denervating process with proximal reinnervation of the upper limbs, consistent with anterior horn cell death. At one month follow-up from rehabilitation, 2 mos from injury, she had spasticity, but no detectable weakness had developed in the lower limbs. She had full recovery in her proximal upper limbs but marked deficit in C7 to T1-in particular, bilaterally in the triceps and her left-hand intrinsics. At 8 mos from injury, she had consistent physical exam findings and was ambulating independently and working full time.
DISCUSSION
Cocaine abuse is well known to be associated with cerebrovascular events and stroke, perhaps secondary to vasospasm, hypertension, and cardiac problems. Spinal cord effects are less commonly reported. The patient described above seems to have sustained an infarct in the distribution of the anterior spinal artery, with clinical, imaging, and electrodiagnostic findings of upper-extremity lowermotor neuron injury, accompanied by spasticity of the lower extremities. The anterior spinal artery is the principal vascular supply to the spinal cord, originating in the most rostral portion from the vertebral arteries proximal to the union to form the 
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Spinal Cord Injury after Cocaine Use basilar artery. The anterior spinal artery receives input from six to nine radicular arteries. The major radicular artery is named the artery of Adamkiewicz. A lack of blood supply from the anterior spinal artery can cause an anterior cord syndrome, which affects both the white and gray matter, sparing the posterior funiculus and horns, which have blood supply from the posterior spinal arteries. The anterior horn may be preferentially affected because of greater susceptibility of gray matter to ischemia compared with white matter. 6 Occurring in the cervical region, there is isolated arm weakness. 7
CONCLUSION
Although there have been only a few reported cases of spinal cord infarction, the cases seem to present as infarction of the anterior spinal artery distribution. 8 In this case, localized anterior horn cell death gave rise to flaccid weakness in the cervical region with isolated arm weakness. Although such effects are uncommon, cocaine abuse can cause spinal cord as well as cerebral infarction.
